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Abstract: Hepatic fibrosis (HF) is a middle stage of “liver disease-hepatic fibrosis-cirrhosis/liver cancer”, involved in the development
of most liver diseases. To prevent further deterioration of liver disease, effective reversal of HF is an important measure, but currently

there is no special-effect drug for the treatment of HF. However, Nvzhenzi (Ligustri Lucidi Fructus), as a natural medicinal plant, has
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active ingredients with anti-hepatic fibrosis function. By summarizing the mechanism of action of the active ingredients of Ligustri

Lucidi Fructus in anti-HF by regulating related signaling pathways, this study provides a theoretical reference for the further research

on the targeted treatment of HF by Ligustri Lucidi Fructus.

Key words: Ligustri Lucidi Fructus; hepatic fibrosis; hepatic stellate cells; cell signaling pathway; salidroside; oleanolic acid; apigenin;

ursolic acid; tormentic acid
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Fig. 1 Mechanisms of anti-fibrosis by active ingredients of Ligustri Lucidi Fructus
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